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HUBUNGAN KADAR TGFβ1 DAN MEAN PLATELET VOLUME 
TERHADAP PEMBERIAN SUPEROXIDE DISMUTASE ORAL  
PADA PASIEN PENYAKIT GINJAL DIABETIK STADIUM V  
YANG MENJALANI HEMODIALISA  
 
 
       Penyakit ginjal diabetes adalah penyebab utama penyakit ginjal pasien yang 
mendapat terapi pengganti ginjal. Terjadi 40% seluruh pasien DM. Didefenisikan 
peningkatan ekskresi albumin urin tanpa adanya gangguan ginjal.   
       Penelitian ini menganalisa hubungan kadar TGF-β1 dan Mean Platelete 
Volume (MPV) terhadap pemberian SOD oral pada pasien penyakit ginjal diabetik 
stadium V yang menjalani hemodialisa. 
       Merupakan penelitian eksperimen dengan randomisasi, sampel 28 orang. 
Kelompok kontrol 14 orang diberikan plasebo, kelompok perlakuan 14 orang 
diberikan SOD oral 1000 mg/hari selama 4 minggu. Analisis statistik 
menggunakan Karakterisktik penelitian menggunakan uji beda 2 mean dengan uji 
t, dan analisis korelasi menggunakan  PM Pearson dianggap signifikan bila p< 
0,05. 
       Dalam penelitian ini kelompok kontrol : kadar TGFβ1 (pg/ml) sebelum 
dibanding setelah pemberian plasebo (23326,9 +6029,37 dibanding 22456,6 + 
6843,0; p= 0,716), untuk MPV (fL) pada sebelum dibanding setelah pemberian 
plaasebo (9,94 + 1,47 dibanding 9,11 + 2,03; p=0,197). 
Kelompok perlakuan : kadar kadar TGFβ1 (pg/ml) sebelum dibanding setelah 
perlakuan (21522,7 + 5639,24 dibanding 15203,9 + 3956,45 pg/ml ; p=0,001),  
demikian MPV (fL) pada sebelum dibanding setelah perlakuan (10,19 + 0,90 
dibanding 7,54 + 0,42 ; p= 0,001). Dengan perbandingan Delta-TGFβ1 (pg/ml) 
kelompok kontrol dan kelompok perlakuan (870,05 + 8769,61 dan 6318,76 + 
4065,78 p=0,045) sedang Delta-MPV (fL) kelompok kontrol dibanding kelompok 
perlakuan (0,93 + 2,28 dan 2,56 +0,95 ; p=0,015). Korelasi kadar TGFβ-1 
(pg/ml)– MPV(fL) setelah diberikan SOD oral: r=0,011 ; p=0,969 
       Maka kami menyimpulkan superoksid dismutase oral menurunkan secara 
bermakna kadar TGFβ1 dan MPV pada penyakit ginjal diabetes stadium V yang 











CORRELATION LEVELS OF  TGFβ1 AND MEAN PLATELET VOLUME 
AFTER BEING GIVEN ORAL SUPEROXIDE DISMUTASE FOR RENAL 
DISEASE PATIENTS WHO UNDERGOING DIABETIC STADIUM V 
HEMODIALISA. 
 
Diabetic kidney disease is the leading cause of kidney disease in patients 
receiving renal replacement therapy. Occurred 40% of all patients with diabetes 
mellitus. Defined increase in urinary albumin excretion without renal impairment. 
       This study analyzes the relationship levels of TGFβ1 and Platelete Mean 
Volume (MPV) to the oral administration of SOD in patients with diabetic kidney 
disease stage V undergoing hemodialysis. 
       A randomized experimental study, a sample of 28 people. The control group 
was 14 people given a placebo, the treatment group was given SOD 14 oral 1000 
mg / day for 4 weeks. Statistical analysis using the Characteristics of the study 
using a different test two mean t test, and Pearson correlation analysis using the 
PM were considered significant if p <0.05. 
       In this study, the control group: TGFβ1 levels (pg / ml) before than after 
placebo (+6029.37 compared 23326.9 22456.6 + 6843.0; p = 0.716), for MPV (fl) 
on before than after administration plaasebo (9.94 + 9.11 + 1.47 compared to 
2.03; p = 0.197). 
The treatment group: the levels of TGFβ1 levels (pg / ml) before than after 
treatment (21522.7 15203.9 + + 5639.24 compared to 3956.45 pg / ml; p = 0.001), 
thus MPV (fl) on before than after treatment (10.19 + 7.54 + 0.90, compared to 
0.42; p = 0.001). By comparison Delta-TGFβ1 (pg / ml) control group and the 
treatment group (870.05 + 8769.61 and 6318.76 + 4065.78 p = 0.045) was Delta-
MPV (fl) treatment group compared to the control group (0, 93 + 2.28 and 2.56 
+0.95; p = 0.015). Correlation levels of TGFβ1 (pg / ml) - MPV (fl) after being 
given an oral SOD: r = 0.011; p = 0.969 
       So we conclude oral superoxide dismutase significantly lowered levels of 
TGFβ1 and MPV on stage diabetic kidney disease undergoing hemodialysis V. 
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Latar Belakang :  
Penyakit ginjal diabetes adalah penyebab utama penyakit ginjal pasien yang 
mendapat terapi pengganti ginjal. Terjadi 40% seluruh pasien DM. Didefenisikan 
peningkatan ekskresi albumin urin tanpa adanya gangguan ginjal.   
Tujuan Penelitian:  
Mengetahui hubungan kadar TGFβ1 dan Mean Platelete Volume (MPV) setelah 
diberikan SOD oral terhadap pada pasien penyakit ginjal diabetik stadium V yang 
menjalani hemodialisis. 
Metode Penelitian:  
Merupakan penelitian eksperimen dengan randomisasi, sampel 28 orang. 
Kelompok kontrol 14 orang diberikan plasebo, kelompok perlakuan 14 orang 
diberikan SOD oral 1000 mg/hari selama 4 minggu. Analisis statistik 
menggunakan Karakterisktik penelitian menggunakan uji beda 2 mean dengan uji 
t, dan analisis korelasi menggunakan  PM Pearson dianggap signifikan bila p< 
0,05. 
Hasil Penelitian :  
Kelompok kontrol : kadar TGFβ1 (pg/ml) sebelum dibanding setelah pemberian 
plasebo (23326,9 +6029,37 dibanding 22456,6 + 6843,0; p= 0,716), untuk MPV 
(fL) pada sebelum dibanding setelah pemberian plaasebo (9,94 + 1,47 dibanding 
9,11 + 2,03; p=0,197). 
Kelompok perlakuan : kadar kadar TGFβ1 (pg/ml) sebelum dibanding setelah 
perlakuan (21522,7 + 5639,24 dibanding 15203,9 + 3956,45 pg/ml ; p=0,001),  
demikian MPV (fL) pada sebelum dibanding setelah perlakuan (10,19 + 0,90 
dibanding 7,54 + 0,42 ; p= 0,001). Dengan perbandingan Delta-TGFβ1 (pg/ml) 
kelompok kontrol dan kelompok perlakuan (870,05 + 8769,61 dan 6318,76 + 
4065,78 p=0,045) sedang Delta-MPV (fL) kelompok kontrol dibanding kelompok 
perlakuan (0,93 + 2,28 dan 2,56 +0,95 ; p=0,015). Korelasi kadar TGFβ-1 
(pg/ml)– MPV(fL) setelah diberikan SOD oral: r=0,011 ; p=0,969 
Kesimpulan :  
Superoksid dismutase oral menurunkan secara bermakna kadar TGFβ1 dan MPV 
pada penyakit ginjal diabetes stadium V yang menjalani hemodialisa. Korelasi  
TGFβ1 dan MPV terhadap pemberian SOD tidak signifikan. 
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Diabetic kidney disease is the leading cause of kidney disease in patients 
receiving renal replacement therapy. Occurred 40% of all patients with diabetes 
mellitus. Defined increase in urinary albumin excretion without renal impairment. 
Research purposes: 
Knowing the influence of oral SOD on levels of TGFβ1 and Platelete Mean 
Volume (MPV) in patients with diabetic kidney disease stage V were undergoing 
hemodialysis. 
Research methods: 
An experimental study with randomization, sample 28 people. The control group 
was 14 people given a placebo, the treatment group was 14 people given oral 
SOD 1000 mg/day for 4 weeks. Characteristics of the study using a different test 
two mean was t test, and correlation analysis using PM Pearson, were considered 
significant if p<0,05.  
Research results : 
The control group: TGFβ1 levels (pg/ml) before than after placebo compared 
(23326,9 +6029,37 vs 22456,6 + 6843,0; p= 0,716)), for MPV (fl) on before than 
after placebo compared (9,94 + 1,47 vs 9,11 + 2,03; p=0,197). 
The treatment group: TGFβ1 levels (pg/ml) before than after treatment compared 
(21522,7 + 5639,24 vs 15203,9 + 3956,45 pg/ml ; p=0,001), thus MPV (fl) before 
and after treatment (10,19 + 0,90 and 7,54 + 0,42 ; p= 0,001). By comparison 
Delta-TGFβ1 (pg/ml) control group and the treatment group (870,05 + 8769,61 vs 
6318,76 + 4065,78 p=0,045) was Delta-MPV (fL) control group and the treatment 
group (0,93 + 2,28 vs 2,56 +0,95 ; p=0,015). Correlation levels of TGFβ-1 (pg / 
ml) - MPV (fl) after being given an oral SOD: r = 0.011; p = 0.969 
Conclusion: 
Superoxide dismutase oral significantly lowered levels of TGFβ1 and MPV in 
diabetic kidney disease undergoing hemodialysis. Correlation TGFβ1 and MPV 
against SOD administration is not significant. 
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